[Schistosoma species in Senegal with special reference to the biology, epidemiology and pathology of Schistosoma curassoni Brumpt, 1931].
By combining field and experimental investigations, we were able to study several new aspects of fundamental problems concerning human and animal schistosomiasis in Senegal. Because of the controversy about the identity of Schistosoma curassoni and the possibly connected zoonosis, this parasite has been described once more. A great variety of experimental techniques were used. The eggs of S. curassoni are significantly smaller than those of the two other African species of Schistosoma we know of in ruminants (S. bovis and S. mattheei). But eggs of S. curassoni cannot be distinguished from those of the human, pathogenic S. haematobium. The study of the tegument of adult male worms shows a clear difference between S. bovis on one hand, and S. curassoni and S. haematobium on the other hand. S. bovis' tubercles are well formed, but have no stings at all. The tubercles of S. haematobium and of S. curassoni definitely possess stings. S. curassoni, S. haematobium and S. bovis are also clearly different as to their development in hamsters (Mesocricetus auratus). S. curassoni develops more rapidly and gets bigger than S. bovis and S. haematobium. Finally, different enzymatic systems allow us to distinguish S. curassoni from other schistosoma's of the haematobium group. S. curassoni has a typical pattern for phosphoglucomutase and hexokinase, differing from S. haematobium's patterns. In S. bovis, it differs by the patterns of phosphoglucomutase, glucosephosphate-isomerase, hexokinase and acid phosphatase. Epidemiological studies proved that, in Senegal, Bulinus guernei is the main vector of S. bovis, Bulinus senegalensis of S. haematobium (Northern Senegal) and Bulinus umbilicatus of S. curassoni and S. haematobium (Southern Senegal). There is no indication to consider S. curassoni as a zoonosis. When ruminants are infested by S. curassoni, the symptoms are light and the most important lesions can be found in the liver, the intestines and, in a lesser degree, in the bladder. S. curassoni develops easily in laboratory animals, giving severe lesions in liver and bowels. That makes it an interesting new model for studying the pathogenesis of schistosomes of the haematobium group and the action of new anthelmintics to be used against them.